A liver biopsy performed by the transjugular route because of abnormal haemostasis, showed ballooning of hepatocytes and evidence of regeneration, together with infiltration of the portal tracts by inflammatory cells including neutrophils, eosinophils, and plasma cells. Some cholestasis and bile infarction was also seen. These changes are consistent with a drug idiosyncrasy of predominantly hepatocellular type (Fig 1) . In view ofthe cholestasis in the biopsy an endoscopic retrograde cholangiogram was performed which showed no biliary obstruction.
On admission to hospital all previous drugs were stopped. Initially the patient's condition continued to deteriorate with worsening encephalopathy and the formation of ascites. Serum albumin fell to 26 g/l. He was treated with bed rest, restriction of dietary sodium, water and protein, and a therapeutic paracentesis of 21 of ascites with intravenous albumin replacement was performed. Spironolactone was required to control fluid retention. Later propranolol and nifedipine were restarted after improvement of liver function tests. He was not rechallenged with cyproterone acetate. His recovery was prolonged but complete. He was in hospital for six weeks, and liver function tests were normal after nine weeks. (Aspartate aminotransferase and bilirubin concentrations are plotted in Figure 2 .)
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